INTRODUCTION
maltreatment, it is critical to understand factors associated with its expression so that strategies 48 and policies may be put in place to mitigate its burden. 49 50
Intergenerational Transmission of Childhood Maltreatment 51
Maltreatment during childhood tends to aggregate within families (see Table 1 for a summary of 52 research). Much of this work has focused on the intergenerational transmission of childhood 53 maltreatment (ITCM) in vulnerable populations (e.g., young mothers, low SES, criminality). For 54 instance, in the largest study of ITCM, adolescent first-time mothers (n=85,084) who were 55 maltreated as children were more likely to be investigated for the perpetration of maltreatment by 56 the time their children were 5 years old (substantiated HR: 3.19; unsubstantiated HR: 2.19; 57 Putnam-Hornstein, Cederbaum, King, Eastman, & Trickett, 2015) . Comparably less work has been 58 conducted in community and general population samples, but findings are similar. For example, 59
in a sample drawn from a birth registry of British twins, children were more likely to be physically 60 individuals with BPP are more likely to end long-term relationships and voluntarily or 118 involuntarily lose custody of their children (Zanarini et al., 2014) , and single parenthood is 119 associated with heightened risk for childhood maltreatment (Gelles, 1989; Schneider, 2017) . 120
Moreover, BPP and childhood maltreatment exposure also share similar associations with other 121 outcomes (e.g., impulsivity, emotional instability, relationship issues, substance use, epigenetic 122 signatures within the glucocorticoid receptor gene NR3C1; Dammann et al., 2011; Geiger & Crick, 123 2001; Martín-Blanco et al., 2014; Rogosch & Cicchetti, 2005; Weaver et al., 2004) . Collectively, 124 these convergent data suggest that BPP may plausibly contribute to the propagation of childhood 125 maltreatment across generations. 126
Influential biosocial developmental models of BPP provide a framework for understanding 127 how BPP might contribute to ITCM (Crowell et al., 2009; Linehan, 1993) . These theoretical 128 models postulate that genetically-driven vulnerability for dysregulated emotion and environmental 129 sensitivity interact with an invalidating environment characterized by maltreatment to promote the 130 development of BPP. Accordingly, the moderate heritability of BPP (Reichborn-Kjennerud et al., 131 2013) may be passed from parents to offspring, leading to the expression of related prodromal 132 temperamental traits in children (e.g., dysregulated emotion and stress sensitivity) that may evoke 133 childhood maltreatment and inconsistent caregiver practices, especially among caregivers with 134 BPP traits. This invalidating early environment may then potentiate BPP development in offspring 135 already at risk by encouraging dysregulated and volatile emotion by inconsistently reinforcing and 136 punishing emotional expression (Crowell et al., 2009; Gunderson & Lyons-Ruth, 2008; Linehan, 137 1993) . 138 Consistent with this model, emotion dysregulation-a core component of BPP-among 139 parents has been associated with their invalidation of adolescent emotion expression (a tenet of 140 emotional abuse), which is further linked to BPP-related characteristics (e.g., poor emotion 141 regulation; Buckholdt, Parra, & Jobe-Shields, 2014) . Further, dysregulated emotion is associated 142 with the propagation of maltreatment across generations (Smith et al., 2014) and indirectly links 143 childhood emotional abuse to unhealthy relationship characteristics, such as intimate partner 144 violence (Berzenski & Yates, 2010) , which, in turn, indirectly links maltreatment across 145 generations (Rodriguez, Silvia, Gonzalez, & Christl, 2018 Network (SPAN) study, which examines personality, health, biomarkers, and aging in later life 169 (Oltmanns, Rodrigues, Weinstein, & Gleason, 2014) . Of the original 659 SPAN participants (G1) 170 who reported having biological children, 543 (82%) provided permission to contact their G2 171 offspring (465 provided contact information for all of their children, 78 provided contact 172 information for some of their children). G2 participants were called or emailed up to 5 times 173 inviting them to participate in our study. Of the potential 855 G2 participants, 610 (71%) 174 completed questionnaires (through mail or online surveys) about themselves as well as their 175 children (G3).
1 Data from G1 participants were drawn from SPAN. In cases where G1 participants 176 had insufficient or missing maltreatment reports, observations were excluded from analyses. 177
Participants provided informed consent to a protocol approved by the Washington University in 178
St. Louis Institutional Review Board. G2 participants were compensated $30 for returning 179 questionnaires. G1 participants received $60 for completing each in-person SPAN session. 180 [Insert Table 2 Here] 181 182 1 G1 individuals who participated in our study and those with children who declined did not differ on summed CTQ subscale scores, BPP, or age, all ps>0.25). G1 participants had higher levels of education, higher household income, and were more likely to be female and white (all ps<0.05) relative to those who declined consent.
Measures 183

Childhood Maltreatment 184
Self-reported childhood maltreatment experienced by G1 and G2 participants was assessed using 185 the 28-item Childhood Trauma Questionnaire (CTQ) (Bernstein & Fink, 1998) . It is composed of 186 5 subscales, which had good-excellent internal consistency across both generations in our sample 187
[sexual abuse: αs = 0.92(G1), 0.94(G2); emotional neglect: αs = 0.91, 0.88; emotional abuse: αs = 188 0.89, 0.87; physical abuse: αs = 0.81, 0.73; physical neglect: αs = 0.76, 0.67). 189
Given evidence that CTQ subscales represent a general factor of childhood maltreatment 190 (Spinhoven et al., 2014; Pezzoli et al., 2018) , we used Mplus v. 7.3 software (Muthén & Muthén, 191 1998 -2012 to conduct confirmatory bifactor analyses of G1 data using mean and variance-192 adjusted weighted least squares (WLSMV) and G2 data, nested by family, using maximum that a general single latent factor represented these data well, we also constructed CTQ total scores 211 (with and without log-transformation), consistent with prior work (MacDonald et al., 2016; 212 Schmidt, Narayan, Atzl, Rivera, & Lieberman, 2018) , so that our results would be more readily 213 combined with and interpreted alongside other studies. 214 215
Borderline Personality Pathology 216
As described in our prior work (Conway, Boudreaux, & Oltmanns, 2018; Di Iorio et al., 2018 ) 217 borderline pathology was assessed in G1 participants dimensionally from multiple perspectives 218 (i.e., clinician, self, and informant ratings) across time. Because many people exhibit at least some 219 personality pathology symptoms (Oltmanns et al., 2014) and subthreshold borderline personality 220 disorder symptoms are associated with psychosocial impairment (Ellison, Rosenstein, Chelminksi, 221 Dalrymple, & Zimmerman, 2016; Zimmerman, Chelminksi, Young, Dalrymple, & Martinez, 222 2013) , scores were treated continuously to retain variation at subthreshold diagnostic levels. 223
Borderline pathology was assessed using multiple sources and methods to improve our coverage 224 of subthreshold presentations. Informant reports were included because they add unique 225 information about an individual's personality that the participant may be unable or unwilling to 226 report (Oltmanns & Turkheimer, 2006) and are predictive of health outcomes over and above self-227 report (Cruitt & Oltmanns, 2017) . Interviewer ratings of borderline personality pathology were 228 acquired using the Structured Interview for DSM-IV Personality (SIDP-IV; Pfohl, Blum, & 229 Zimmerman, 1997) ; self-and informant reports were collected using the Revised NEO Personality 230
Inventory (NEO PI-R; Costa & McCrae, 1992) 
966). 272
We performed an exploratory structural equation modeling (ESEM) analysis on borderline 273 personality pathology scores derived from clinician-based interview (SIDP-IV) and self-and 274 informant-report (NEO PI-R and MAPP) data across all assessment times (baseline, IPFU1, 275 IPFU2) using maximum likelihood estimation in Mplus 7.3 (Muthén & Muthén, 1998 -2012 . We 276 hypothesized a one-factor model to account for the correlations among the 15 BPP measures (i.e., 277 self and informant report and clinician ratings at baseline, IPFU1, and IPFU2 sessions), which fit 278 the data well (RMSEA = .056, CFI = .976, TLI = .955) with factor loadings ranging from .45 to 279
.70. Estimated factor scores were used to represent BPP in all subsequent analyses. 280 281
Other Relevant Covariates 282
Race, ethnicity, and gender were assessed via self-report. Participants were asked to choose from 283 eight options to identify their race (e.g., "White, Caucasian," "Black, African American," 284 "Other"), and were further asked to indicate whether they were Hispanic. Due to the low 285 prevalence of races other than White and Black and endorsement of being Hispanic (Table 2) , the 286 present study formed one dichotomous variable indicating status as White/non-White and did not 287 consider Hispanic/non-Hispanic. Gender was assessed via self-report. Socioeconomic status (SES) 288 was formed as a composite measure of household annual income and level of education, each 289 assessed via self-reported choice from nine and eight ranked options, respectively, and 290 standardized prior to being summed. 291
292
Statistical Analyses 293
As the sample contains parents and one or more of their offspring, linear mixed effect models were 294 used to nest data according to family (random factor), when examining G1-G2 associations, to 295 account for the non-independence of measurement across generations using the lme4 R package 296 (Bates, Maechler, Bolker, & Walker, 2015) . The following fixed effect covariates were included 297 in models: G1 age, sex, race (white/non-white), SES (in all analyses); G2 age and sex (in all 298 analyses involving G2). We first tested whether CTQ subscale summary scores (i.e., emotional 299 abuse, physical abuse, sexual abuse, emotional neglect, and/or physical neglect) show evidence of 300 intergenerational association before examining whether childhood maltreatment factors unique to 301 these subscales have generational continuity. To correct for the 25 associations tested, each of 302 these analyses was subjected to Benjamini and Hochberg (1995) false discovery rate (FDR) 303 correction. 304
Given evidence of non-specific association across CTQ subscales and limited evidence that 305 unique subscale-specific factors showed intergenerational continuity (see Results), we examined 306 relationships between G1 childhood maltreatment (i.e., CTQ summed scores), G1 Borderline 307 Personality Pathology (factor score), and G2 childhood maltreatment (i.e., CTQ summed scores) 308 using FDR adjustment to account for these 3 comparisons. Subsequently, we evaluated our 309 hypothesized mediational model by testing whether G1 borderline personality pathology indirectly 310 links childhood maltreatment experienced by G1 to childhood maltreatment experienced by G2 in 311 a 2-2-1 multilevel mediational model clustered by family using Mplus v. 7.3 software (Muthén & 312 Muthén, 1998 -2012 . As with the linear mixed effects models, demographic variables were 313 included as covariates on G1 BPP (m; G1 age, sex, race, SES) and G2 childhood maltreatment (y; 314 G1 age, sex, race, SES, and G2 age and sex).
RESULTS 316
Childhood Maltreatment: General and Specific Associations Across Generations 317
Associations between CTQ summed subscales and unique CTQ subscale factors are summarized 318
in Tables 3-4 . Broadly, with the exception of sexual abuse in G2, specific CTQ subscale total 319 scores (i.e., emotional and physical abuse and neglect) showed evidence of homotypic and 320 heterotypic association across generations (Table 3) . However, unique subscale specific factor 321 scores orthogonal to a general CTQ factor revealed little evidence of intergenerational association, 322 with the only exceptions being heterotypic associations of G1 physical neglect and G2 sexual 323 abuse (p = 3.69x10 -3 ; pfdr = 0.0461), and homotypic associations of childhood emotional neglect 324 across generations (p = 2.05x10 -4
; pfdr = 5.13x10 -3 ; Table 4 ). (Table 1) . Second, we found homotypic and heterotypic 361 maltreatment type associations across generations ( Table 3 ) with evidence that ITCM is largely 362 shared across forms of maltreatment. Further, with the exception of a homotypic association of 363 emotional neglect and a heterotypic association of G1 physical neglect and G2 sexual abuse, no 364 specific forms of childhood maltreatment showed unique evidence of continuity across generations 365 (Table 4) . Third, parental borderline pathology partially mediated the association of global 366 childhood maltreatment across generations (Figure 1; Table 5 ). Collectively, these data suggest 367 that childhood maltreatment, broadly defined, is shared across generations and that parental 368 borderline personality pathology may represent a shared risk factor associated with ITCM and/or 369 a putative behavioral mechanism. 370 371
The Intergenerational Transmission of Broad Spectrum Childhood Maltreatment 372
The vast majority of childhood maltreatment research, including that on ITCM, has examined 373 specific forms of maltreatment independently. While this approach is intuitively appealing, it does 374 not account for common exposure to multiple forms of maltreatment and provides limited 375 information with regard to the specificity of associations with distinct forms of childhood 376 maltreatment.
3 Most individuals maltreated during childhood are exposed to multiple forms of 377 abuse and neglect, and evidence indicates that a single general latent factor characterizes overall 378 exposure well (Green et al., 2010; Kristjansson et al., 2016; Pezzoli, Antfolk, Hatoum, & Santtila, 379 2018; Spinhoven et al., 2014) . Further, while limited studies have adopted such an approach, 380 available evidence suggests that a general indicator of early life stress is associated with 381 psychopathology, while unique aspects of specific forms of maltreatment are not (Green et al., 382 2010) . Building on these findings, we find that broad exposure to childhood maltreatment is 383 transmitted across generations with little evidence of unique distinct homotypic continuity. 384
However, it may be that disentangling homotypic and heterotopic patterns of ITCM unique to 385 specific forms of maltreatment requires much larger samples due to observed small effects. 386
Notably, unique aspects of emotional neglect unshared with the general childhood 387 maltreatment factor showed evidence of homotypic continuity across generations (Table 4) . While 388 this finding was not hypothesized, the association survived correction for multiple testing and is 389 broadly consistent with one prior study, in which maternal history of emotional neglect during 390 childhood predicted poor parenting over and above a general maltreatment factor (Newcombe & 391 Locke, 2001 ). Measurement and construct definitions of emotional neglect may contribute to this 392 finding. With respect to measurement, emotional neglect is assessed on the CTQ entirely with 393 reverse-scored items (e.g., "I felt loved, "My family was a source of strength and support"), which 394 might constitute a relatively indirect measure of maltreatment that is conceivably more commonly 395 endorsed outside of exposure to other forms (e.g., abuse) (Spinhoven et al., 2014) . As a construct, 396 some evidence suggests that neglect may be more specifically transmitted across generations than 397 abuse; for example, Yang and colleagues (2018) found that parental history of neglect (broadly 398 associations with one form of childhood maltreatment may be attributable to shared variance with other forms as well as unique contributions. conceived) was associated with neglect but not physical abuse in the next generation, while 399 physical abuse was associated with both neglect and physical abuse. However, it is possible that 400 differential endorsement rates between neglect and abuse could underlie these differential 401 associations. Emotional neglect may be the most difficult form of maltreatment to define; unlike 402 abuse, emotional neglect is often more chronic and less easily traced to specific instances, and 403 there is a lack of consensus about what constitutes healthy emotional support (Stowman & 404 Donohue, 2005) . 405
Lastly, we observed a heterotypic association between unique aspects of physical neglect 406 in G1 and unique aspects of sexual abuse in G2 that was negative ( Table 4 ). This diverges from 407 prior evidence documenting that neglect in one generation is positively correlated with sexual 408 abuse in the subsequent one within documented cases of maltreatment (Widom et al., 2015) . While 409 our unanticipated finding survived multiple testing correction and had a similar directional pattern 410 of association in subscale tests (i.e., subscales not orthogonal to general childhood maltreatment; 411 Table 3 ), it should be noted that physical neglect and sexual abuse were the least highly endorsed 412 subscales in this sample and further that physical neglect had the lowest internal consistency (see 413 Methods), which may contribute to imprecise estimates of association. 414
415
Borderline Personality Pathology: A Putative Mediator of Childhood Maltreatment 416
Generational Continuity 417
Clinical and subclinical forms of borderline personality pathology are associated with exposure to 418 abuse and neglect in childhood and the perpetration of offspring maltreatment in parents (e.g., 419
showing that parental BPP mediates the intergenerational transmission of childhood maltreatment. 421
Multiple, non-mutually exclusive pathways may contribute to this observation. 422
Consistent with theoretical models (e.g., Linehan, 1993) hypothesizing that childhood 423 maltreatment plays a causal role in the development of BPP and associated evidence relating 424 stressful family environments and predispositions for emotion dysregulation to the development 425 of BPP, our findings show that maltreatment is associated with BPP development. In turn, the 426 expression of BPP is associated with a heighten likelihood that one's children are exposed to abuse 427 or neglect. A series of observations arising from epigenetic studies are consistent with theoretical 428 models suggesting that childhood maltreatment may play a causal role in the development of BPP, 429 which may, in turn, contribute to maltreatment in the subsequent generation. Studies in rodents 430 have shown that maternal care affects later adult parenting behavior through epigenetic regulation 431 of the glucocorticoid receptor gene (NR3C1) to influence stress-related cortisol function (Weaver 432 et al., 2004 ). Specifically, cross fostering studies in rats show that pups raised by mothers who 433 provide less maternal care (i.e., less licking and grooming and arched back nursing) are 434 characterized by epigenetic changes resulting in an impaired ability to return to homeostasis 435 following stress exposure. These changes persist throughout the rat's lifespan and promote stress-436 sensitive behavior and reduced maternal care of the subsequent generation; hence less caring 437 mothers beget relatively stress-sensitive pups that become less caring mothers through experience-438 dependent mechanisms. However, this generational continuity can be disrupted; a pup born to a 439 less caring mother who is subsequently raised by a more caring mother is characterized by 440 epigenetic signatures associated with stress-resilience and increased maternal care in a subsequent 441 generation. A human post mortem study suggests that this mechanism may be conserved across 442 species (McGowan et al., 2009) . Intriguingly, differential NR3C1 methylation patterns in 443 peripheral blood have been linked to both BPP and childhood maltreatment, suggesting that 444 maltreatment-induced epigenetic signatures in stress responsive systems may contribute to the 445 expression of BPP and the continuity of maltreatment (Dammann et al., 2011; Martín-Blanco et 446 al., 2014; Perroud et al., 2011; Radtke et al., 2015; Steiger, Labonté, Groleau, Turecki, & Israel, 447 2013; Teschler et al., 2013) . 448
Attachment theory offers further insight into the relationship between BPP and childhood 449 maltreatment. For instance, evidence suggests that parents with BPP may be more likely to engage 450 in inconsistent parenting styles that unpredictably oscillate between sensitivity and care to 451 punishment (Stepp, Whalens, Pilkonis, Hipwell, & Levine, 2011) . Theoretical models postulate 452 that mothers with BPP are more likely to misperceive and invalidate their children's emotions, 453 interfering with healthy emotional development and contributing to emotional dysregulation 454 (Stepp et al., 2011) . Such parenting styles are associated with the development of insecure, and 455 more specifically disorganized, attachment, which may impair children's capacity for distress 456 regulation (Crowell et al., 2009) . Together with dysregulated emotion, insecure attachment, which 457 is common among individuals with BPP and a history of childhood maltreatment (Fonagy et al., 458 1995) , indirectly links parental exposure of childhood maltreatment to parental potential for abuse 459 (Finzi-Dottan & Harel, 2014) . 460
Other non-mutually exclusive pathways challenging conventional wisdom that childhood 461 maltreatment contributes to the development of BPP may also explain our observed mediation. 462
For instance, it is plausible that the early expression of BPP-like characteristics in children evokes 463 childhood maltreatment from parents and others. In this sense the moderate heritability of BPP 464 identifying variation within genes linked to borderline personality disorder (Witt et al., 2017) . 475
While the genetic correlation between BPP and exposure to childhood maltreatment has not been 476 estimated, to our knowledge, it is possible that common genetic influences on child maltreatment 477 (both exposure for oneself and one's child) and BPP may account for their co-occurrence. 478
479
Strengths and Limitations 480
Our study is relatively large (n=937 ; Table 1 ) for a parent-child study and is characterized by 481 multiple design recommendations for the study of ITCM (e.g., representative sample, independent 482 reports of childhood maltreatment in both generations; see Thornberry et al., 2012) and a thorough 483 assessment of borderline personality pathology (e.g., repeated evaluation over time, use of 484 dimensional measurement and multiple sources of information). Further, unlike many ITCM 485 studies, which focus on younger parents, our sample of older parents from the broader community 486 allowed us to assess childhood maltreatment dimensionally throughout the entirety of childhood 487 in both parents and their adult children, as opposed to only severe forms experienced during young 488 childhood. However, our study has limitations to consider when interpreting results. 489 First, much like the majority of ITCM and parent-child studies, parental exposure to 490 childhood maltreatment and borderline personality pathology were assessed with regard to one 491 parent only, which prevented us from evaluating additive and interactive effects across 492 parents/caregivers or other possible moderating factors (e.g., social support from other sources). 493
Relatedly, our broad assessment of childhood maltreatment did not include details of who 494 perpetrated the abuse/neglect. Given that borderline personality pathology is associated with 495 aggression as well as familial instability, it is possible that child maltreatment may be perpetrated 496 by parents with BPP and/or may arise from other caregivers or non-relatives. However, even if 497 such measures were available, our sample size likely does not provide sufficient power to 498 investigate these potentially complex interactive or specific effects. 499
Second, the CTQ is a retrospective and subjective measure of childhood trauma that may 500 be susceptible to memory errors and reporting biases. For example, despite evidence that the CTQ 501
shows convergence with clinician-rated childhood maltreatment interviews as well as strong test-502 retest reliability (Bernstein et al., 1994; Bernstein et al., 2003) , a recent study found that 503 retrospective self-reports of maltreatment on the CTQ have slight-fair agreement with prospective 504 informant (i.e., caregiver, researchers, clinicians) reports and that the CTQ was associated with a 505 relative underreporting of maltreatment and increased correspondence to psychopathology 506 (Newbury et al., 2018) . Thus, it is possible that G1 with higher levels of BPP were more likely to 507 retrospectively report more childhood maltreatment; however, other evidence suggests that current 508 psychopathology does not inflate the association between such retrospective reports and 509 psychopathology (Fergusson, Horwood, & Boden, 2011) . Relying on documented reports of 510 childhood maltreatment also introduces problems, particularly for studies of ITCM, due to 511 potential surveillance or detection bias. More specifically, among participants who self-report 512 childhood maltreatment, those whose parents have a documented history of exposure to childhood 513 abuse and neglect themselves are more than twice as likely to have a CPS report than maltreated 514 individuals whose parents have no documented history (Widom et al., 2015) . As such, relying on 515 documented cases of maltreatment may lead to an overestimation of intergenerational continuity, 516 even while official records tend to underestimate exposure to maltreatment (Widom et al., 2015) , 517 and in particular exposure to multiple different forms . While there is clearly no 518 current gold standard for the assessment of childhood maltreatment, our study would have 519 benefited from a multisource assessment of childhood maltreatment (e.g., Widom et al., 2015 ) 520 similar to our approach for characterizing borderline personality pathology. 521
Third, our assessment of borderline personality pathology among parents was conducted 522 during later life and was temporally disconnected from the time these individuals were parenting 523 their children. While borderline personality pathology is relatively stable (Bornovalova, Hicks, 524 Iacono, & McGue, 2009) , there is evidence that it "matures out" with age (Shea et al., 2009; 525 Zanarini, Frankenburg, Reich, & Fitzmaurice, 2012) . Thus, it is plausible that associations 526 between G1 BPP and G2 childhood maltreatment may be imprecise, as some parents may have 527 expressed BPP while their children were young, but do not express it or express it with less severity 528 in later life. More broadly, the lack of our ability to establish temporality with regard to 529 relationships between borderline personality pathology and both G1 and G2 childhood 530 maltreatment limits the inferences that can be generated from our mediational model (Maxwell, 531 Cole, & Mitchell, 2011) . 532
Fourth, though our study shows evidence that BPP indirectly links childhood maltreatment 533 across generations, BPP is a heterogeneous construct. It is unclear what aspects or correlates of 534 BPP may contribute to its association with ITCM. Given evidence that negative affectivity and 535 emotion dysregulation mediate the relationship between parent and child experiences of 536 maltreatment (Smith et al., 2014) , it is entirely possible that these facets of BPP are responsible 537 for the current finding. Consistent with this speculation, maltreated children who score highly on 538 measures of borderline symptomatology exhibit more intense emotional lability/negativity and are 539 further rated by peers as being more disruptive, aggressive, and disliked, relative to children who 540 did not experience maltreatment (Cicchetti et al., 2014) . This evidence indicates that that affective 541 instability, inappropriate anger and impulsivity, and unstable relationships may be the most 542 important features of BPP in the context of ITCM. However, disarticulating these specific aspects 543
of BPP would require a large clinical sample; the levels of BPP in the present sample do not have 544 sufficient variability (see descriptive statistics provided in Methods). 545
Fifth, a substantial portion of individuals exposed to maltreatment during childhood 546 experience multiple different forms of abuse/neglect (Kim, Mennen, & Trickett, 2017) . This 547 represents a major challenge to research attempting to evaluate associations of specific forms of 548 childhood maltreatment. As such, it is possible that there are unique specific aspects of childhood 549 maltreatment that show generational continuity, but that we are unable to detect them due to our 550 assessment and/or the common occurrence of multiple different types of abuse/neglect that would 551 require larger samples to detect. 552
Lastly, we evaluated childhood maltreatment across only two generations. Despite recent 553 calls advocating for studies across three generations (Cheng Johnson, & Goodman, 2016) , only a 554 handful of studies to date have done so (e.g., Bailey, Hill, Oesterle, & Hawkins, 2009; Doumas, 555 Margolin, & Jon, 1994; Lev-Wiesel, 2007) . In order to identify the most enduring factors that 556 contribute to ITCM, it will be important to extend this work to more than two generations. 557
Conclusions 559
Limitations notwithstanding, our study adds to a large literature documenting ITCM by replicating 560 this relationship among a sample of older adults and their adult children and showing that 561 childhood maltreatment is non-specifically transmitted across generations. The intergenerational 562 transmission of non-specific maltreatment may be partially attributable to parental borderline 563 personality pathology, which may plausibly reflect a behavioral mechanism underlying ITCM 564 and/or emerge due to common risk contributing to exposure to childhood maltreatment, the 565 expression of borderline personality pathology, and the likelihood that one's child is exposed to 566 maltreatment. Providing treatment for borderline personality pathology in the context of parenting 567 and development may help interrupt the continuity of childhood maltreatment and related health 568 problems across generations. 569 Cheng, T. L., Johnson, S. B., & Goodman, E. (2016) . Breaking the intergenerational cycle of disadvantage: The three generation approach. Pediatrics, 137(6), e20152467.
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